When wild-type cells of Aspergilbrs nidulans were grown on -N medium (minimal medium minus a N source) with ammonia, glutamate, aspartate or alanine as sole N sources there was low L-glutamate-NAD oxidoreductase (EC 1.4.1.2) activity. A similar result was obtained when cells were grown as before and then deprived of N for periods of up to 6h. However, it was found that when cells were transferred to -CN medium (minimal medium minus a C and N source) supplemented with 100mM-glutamate, aspartate or alanine they developed extremely high amounts of NAD-glutamate dehydrogenase. From this and other data, it appears that NAD-glutamate dehydrogenase has mainly a deaminating function and is repressed by glucose or a metabolite derived from a glucose, a phenomenon known as 'catabolic repression ' (fvlagasanik, 1961).
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A similar role has been suggested for NAD-glutamate dehydrogenase in Nezrrospora crassa (Kapoor & Grover, 1970) .
Mutants, designated gdhB1-gdhB4, deficient in NAD-glutamate dehydrogenase activity, were selected on the basis of being unable to utilize glutamate as a sole C source.
ThegdhB mutants, although having wild-type NADP-glutamate dehydrogenase activity, are unable to utilize L-glutamate as a carbon source since the L-glutamate-repressed activity of NADP-glutamate dehydrogenase is insufficient for the deamination of glutamate. The mutants can utilize inorganic Nand do not require an amino acid supplement for normal growth. The gdhB mutants are not sensitive to high ammonia or derepressed for ammonium-regulated systems (Kinghorn & Pateman, 1973) . A mutant, which maps at a third locus gdhC1, has been isolated which has an altered glucose-repressed activity of NAD-glutamate dehydrogenase activity. The gdhCl mutant has appreciable NAD-glutamate dehydrogenase activity when grown on -N mediumfammonium, that is, it is significantly de-repressed in the presence of glucose. The gdhC mutation does not seem to affect the amount of NADP-glutamate dehydrogenase activity.
The gdhCl mutation is senii-dominant in the heterozygous diploid. By analogy with the L-arabinose system in Escherichia coli and the nitrate reductase and xanthine dehydrogenase systems in Aspergillus nidulans such semi-dominance suggests that glucose repression of NAD-glutamate dehydrogenase may be a positive control system. The simplest explanation is that the gdhC gene product is a regulator molecule with a necessary function in the synthesis of NAD-glutamate dehydrogenase. This regulator molecule in the absence of glucose or a glucose derivative performs an essential function at the translation or transcription level in the synthesis of NAD-glutamate dehydrogenase. In the presence of glucose or a derivative of glucose a complex of the gdhC product and the effector molecule is formed. This complex of regulatory molecule and effector is inactive with respect to the synthesis of NAD-glutamate dehydrogenase. Mutation and the gdhC locus can result in the production of an altered regulator molecule which is active functionally with respect to the synthesis of NAD-glutamate dehydrogenase even in the presence of the effector molecule. If the gdhC product is a
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In addition to binding sites for its substrates, aspartate transcarbamoylase (EC 2.1.3.2) from wheat germ has one or more binding sites for the end-product inhibitor, UMP. Kinetic studies have suggested that there are at least three sites for each of these ligands (Yon, 19726) . Exploratory experiments in affinity chromatography showed that the enzyme was strongly bound by Sepharose modified with groups having the structure:
The enzyme could be eluted at 5°C by including acetone, butan-1-01 or the detergent, sodium deoxycholate, in the eluting buffer, but not by substrates, UMP or high ( 0 . 5~) concentrations of NaCI, suggesting that the binding forces were hydrophobic and involved the Clo chain on the adsorbent and a lipophilic site on the enzyme (Yon, 1 9 7 2~) . The inactivation of the enzyme by the anionic detergent, sodium dodecyl sulphate, appeared to be preceded by a rapid enzyme-detergent interaction which affected ligand affinities, and which presumably also involved the hydrophobic site (Yon, 1973) . The presence of a hydrophobic binding site raises the question of its role, if any, in the catalytic and regulatory functions of the enzyme, since neither the substrates nor UMP would be expected to bind at this site. The effects of the mild detergent, sodium deoxycholate, on enzyme activity and inhibition have been studied as a first attempt to answer this question. The preparation of the partially purified enzyme used in this study, and the assay of enzyme activity have been described previously (Yon, 1972h) . The colorimetric reagent precipitated deoxycholate which had to be filtered off before colorimeter readings were taken. Apart from this, the colorimetric assay of the product of the enzyme reaction, carbamoylaspartate (Prescott & Jones, 1969), was not affected by deoxycholate up to l.OmM. Fig. 1 shows the effects of various concentrations of deoxycholate on the inhibition produced by a constant concentration of UMP at pH8.5; substrate concentrations were 1 .OmM-L-aspartate and OSm~-carbamoyl phosphate. Essentially the same uninhibited enzyme activity was observed at all concentrations of deoxycholate up to 0 . 6 m~. The addition of 0.1 mM-UMP, in the absence of detergent, inhibited the activity by 25 %.
This inhibition was increased to 80% by 0.2m~-deoxycholate, and to over 90% by 0.6m~-deoxycholate. Similarly, inhibition by O .~~M -U M P rose from 75 % in the absence of deoxycholate to 100% in the presence of 0.6m~-deoxycholate.
In previous studies the high pH maximum for inhibition by UMP (pH10.5), and the lack of inhibition at near-neutral pH, could not be reconciled with a regulatory function
